Thompson and Illyne, 1940) , radiological examination of the skeleton has been negative (Lawrence and Mahoney, 1934 ; Stebbins and Cams, 1935 ; Jarcho, 1936; Waugh, 1936 ; Wilhs, 1942) and the condition has appeared to be a primary blood dyscrasia, the associated carcinoma being unsuspected until autopsy. In one of Dunner's patients (Dunner, 1921) and one of Stillman's patients (Stillman, 193 1) the gastric neoplasm was discovered when the abdomen was opened to remove the spleen, while in other cases the clinical diagnoses were thrombocytopenic purpura, (Stebbins and Cams, 1935) purpura haemorrhagica (Stillman, 1931 ;  McLeod and Goodale, 1938) lymphoblastoma (Thompson and Illyne, 1940) or chronic myeloid leukaemia (Jarcho, 1936) . The occurrence of splenic enlargement (Selmann and Krasnopolski, 1926 Stillman 1931 Terplan and Vaughan, 1934 ; Cosin, 1935 ; Waugh, 1936 ; Jarcho, 1936 ; Thompson and Illyne, 1940) has often biased the clinician in favour of a purely haematological diagnosis. Despite the frequent difficulties in chnical diagnosis the primary growth and/or its metastases were always readily visible at autopsy.
Jarcho (1936) stated that many patients dying from mahgnant thrombocytopenic purpura also showed lymphangitic carcinomatosis of the lungs althou-ah histological examination was often necessary to demonstrate its presence. He adopted the term " diffusely infiltrating carcinoma " to cover both mahgnant purpura and lymphangitic carcinomatosis of the lungs, suggesting that they were manifestations of the same disease process. When the bone marrow was predominantly involved the haematological upset was the outstanding feature, whilst maximal involvement of the lungs gave rise chnically to dyspnoea, cyanosis, unproductive cough with subsequent death from asphyxia or subacute corpulmonale. Jarcho (I936) also states:
" The complex of diffusely infiltrating carcinoma is fiirther show-n to include occasional instances of Krukenburg tumour of the ovary-"
The finding histologically of tumour cells in pulmonary blood vessels in cases of purpura associated with careinomatosis has often been reported (Herzog and Roscher, 1921 ;  1-jawrence and Mahoney, 1934 ; Stebbins and Carns, 1935 ;  Thompson and Illyne, 1940) . Their presence within vascular channels in the bones (Stebbins and Cams, 1935; Waugh, 1936) , and in the portal vein, central veins and sinusoids of the liver (Lawrence and Mahoney, 1934; Stebbins and Cams, 1935) has also been recorded.
In the patient that we now describe the purpura appeared to result from tumour emboli in the skin, subcutaneous tissues, kidneys and brain, but there was no clinical or radiological evidence of its malignant nature despite the fact that the possibility was very much in mind in view of a history of radical mastectomy 2 7 1 years previously for substantiated breast carcinoma.
Case Details. Clinical.
The patient, a housewife, was well until the age of 41 when she underwent a myomectomy for a cervical fibroid which was causing retention of urine. Histological examination of the fibroid showed no evidence of -malignancy. Nine months later (April 1945) she noticed a swelhng in her right breast for which radical niastectomy was performed. Histology showed a polyhedral-celled carcinoma ( Fig. 1) The thyroid was small, hard, had an irregularly scarred outer surface and showed several brownish areas-each 1-2 mm. in diameter-on its cut surface.
These areas resembled old areas of haemorrhage. The oesophagus and renal pelves showed sub-mucosal haemorrhages ; the capsular and cut surfaces of both kidneys appeared normal. The liver was pale and soft and showed numerous irregular yellowish zones of fatty degeneration. The gall bladder was normal. Several para-aortic lymph nodes felt firm, their cut surfaces were a uniform pinkish-grey colour and were devoid of definite metastatic deposits.
The pericardium, heart, skmmch, intestines, spleen, pancreas, suprarenals, urinary bladder, Fallopian tubes and ovaries all appeared normal macroscopically.
The uterus contained several small intra-mural fibroids.
Although there had been histological confirmation of secondary deposits in the pulmonary lymph nodes and bone-marrow during the autopsy, it should be emphasised that there was no other definite evidence of gross metastases, despite extensive examination of all viscera. The brownish foci noted in the thyroid were subsequently shown to contain microscopical tumour deposits, but this was not obvious macroscopically. Histological findings.
(1) The primary neoplasm.-The sections of the breast tumour and axillary lymph nodes removed at operation 8 years before death were available for examination. The tumour was an infiltrating polyhedral-celled carcinoma hav'mg a mixed solid-acinar, trabecular and papillary type of structure. It showed both lvmphatic permeation and invasion of venous channels ( Fig. 1 ) and carcinoma cells were noted in the lumina of several veins. The axillary lymph nodes were extensively infiltrated with similar carcinoma.
(2) Tissues taken at autopsy.-The pulmonary and right axillary lymph nodes and femoral marrow contained microscopical metastases which resembled the primary tumour morphologically.
The abdominal lymph nodes, thyroid and posterior lobe of pituitary showed scanty microscopical metastases nevertheless still identifiable with the primary growth. The above tissues also showed intra-vascular carcinomatous einboli, which had not effected extra-vasc-ular extension.
All other post-mortem material examined showed numerous intra-vascular, Tumour emboh were present in small blood vessels of the cerebral cortex, hypothalaMU8, brain-8tem and choroid plexu8. Some of these emboli completely plugged the parent vessels and some lay free; occasionally they showed superadded thrombus. Narrow zones of peri-vascular demyelination and haemorrhage and many elongated, clearly defined foci of softening were seen in the cerebral white matter. There was an irregular band of myelomalacia up to 5 mm. i width immediately adjacent to the massive haemorrhage. CapiRaries plugged with tumour ceRs were seen in the molecular and Purkinje cell lay'ers of the cerebellum (Fig. 3) ; focal loss of Purkinje cells resulted in gaps in the Purkinje layer. Frozen sections of the medulla stained with Sudan IV showed irregular zones of early myelin degeneration, mainly in the pyramids and inferior cerebellar peduncles. The 8ub-arachnoid 8pace contained siderophages. There were intravascular tumour emboli in the coeliac ganglion (Fig. 4) and the peripheral nerVe8 showed demyehnation and axonal swelhng of occasional fibres. A perineural lymphatic of the right brachial plexus was permeated bv carcinoma. The8pinal cord was not examined.
The liver (Fig. 6) showed marked fatty degeneration, portal tract fibrosis and free-lying C'arcinomatous emboli in the sinusoids and arterioles of the portal triads. Similar emboli were seen in small blood vessels of the myocardium and in the sinusoids of the anterior pituitary (Fig. 7) and 8uprarenal cortex. The kidneys showed tumour emboli in the glomerular capfflaries and in places the glomerular tuft was involved segmentally (Fig. 8) . The renal tubules contained red blood cells or occasional clumps of tumour cells-" tumour casts." Intracapillary carcinoma plugs were seen in the derMi8and8ub-cutaneousfat in sections prepared from areas of skin ecchymoses. The muscles showed intra-capillary' tumour emboli and the spleen showed occasional clumps of carcinoma cells in the Malpighian arterioles and sinuses of the pulp.
The thyroid (Fig. 5) showed microscopical deposits of extra-vascular secondary carcinoma into which haemorrhage and infiltration with sideropliages had occurrecl. The gland also showed well-marked parenchymal atrophy, heavy lymphoid infiltration, dense hyahne fibrosis and occasional multinucleated giant cells.
Intra-vascular tumour emboli were also seen.
DISCUSSION.
Long delayed metastases following successful local removal of a primary growth is not rare. This is especiaRy so with carcinoma of the breast and latent periods up to 28 years are recorded (e.g. Ransohoff, 1907; Warren, 1948) . In these and other reports studied typical macroscopical metastases were present. In our patient purpura first occurred 71 years after radical mastectomy. Physical, radiological and haematological examinations showed nothing to suggest a recurrence of growth and even at autopsy naked-eye evidence of metastases was limited to the pulmonary lymph-nodes and bone-marrow. These foci were at first viewed with scepticism and confirmation at autopsy by frozen (Wilhs, 1931b ) that pre-existing abnormahties in the gland were prominent in cases of carcinoma showing intra-thyroid deposits. These findings favour the view that the associated chronic non-specific thyroiditis in our case, preceded the secondary deposits. In a recent paper describing four cases of sub-acute cerebellar degeneration occurring in association with carcinoma elsewhere in the body, Brain, Daniel and Greenfield (1951) recorded non-specific thyroid changes in one of their patients, similar to those found in our patient. The primary was an ovarian carcinoma but intra-thyroid deposits were not present. The status of the thyroid gland in carcinomatosis seems to merit further investigation. It will depend upon the results of such studies as to whether relationship can be seen between the thyroid changes and the unusual features of our case.
The presenting symptoms of haematuria and skin purpura were related to the presence of tumour emboli in the skin and glomerular capillaries. Haematological investigations during the life failed to elucidate any other aetiological factors. Vascular changes in the skin in malignant disease have recently been described (Forman 1952) and may have contributed to the skin lesions shown by our p'atient.
The terminal acute massive cerebral haemorrhage may have resulted from the rupture of a small degenerative blood vessel traversing a pre-haemorrhagic focus of softening, a mechanism postulated by Globus (1937) and further substantiated by Globus and Epstein (1953) . The presence of embohc phenomena elsewhere in the body, the unusual distribution of the effused blood, and the absence of cerebro-vascular disease excluded the possibility that this wa-s a coincident haemorrhage of the classical spontaneous variety. Madow and Alpers (1952) have described a case of cerebral softening due to multiple cerebral carcinomatous emboli, the primary tumour being a squamous carcinoma of bronchus. As in our case there were no macroseopical cerebral deposits but other visceral metastases were however abundant. The above authors also refer to three previously recorded cases of cerebral softening resulting from blood-bome carcinomatous emboli. Cerebral lesions due to massive neoplastic embohsm are reviewed by Till and Fairbum (1947) . A case of cerebral softening resulting from tumour embolism precipitated by pneumon'ectomy for carcinoma of bronchus is also reported (Eason, 1950) , and the attention of one of us (W. T. S.) has been drawn to a similar unrecorded case. The petechial haemorrhages, microscopical softeiiings and focal demylination in the cerebral white matter of our patient resembled experimental lesions produced by the injection of calibrated paraffin emboli (Swank and Hain, 1952) and sterile cod-liver oil (Lumsden, 1950) into the cerebral circulation.
Cerebellar degeneration (Brain et al., 1951) and peripheral neuritis (DennyBrown, 1948) occurring in association with carcinoma elsewhere in the body have been described. The neurological lesions in these cases were not associated with tumour deposits and their precise aetiology is unknown. Metabolic disturbances and dietary deficiencies have been suggested. The changes in the cerebellum and peripheral nerves of our case bear only a superficial resemblance to the lesions described in the above reports as they were focal, associated with carcinomatous emboli and did not include systematised tract degeneration as far as we could ascertain. Furthermore, in our case-apart from the terminal apoplexy-the neurological lesions gave rise to no definite symptoms or signs.
The platelet thrombosis syndrome (" Thrombotic Microangiopathic Haemolytic Anaemia ") has recently been reviewed by Symmers (1952) , who states that this condition was first described by Moschowitz (1924) . The essential lesions consist of widely disseminated occlusion of blood vessels of small calibre by thrombi probably consisting of fused platelets. The type of blood vessel involved is the same as in our case and the clinical picture can be remarkably similar. The neurohistological lesions in this syndrome were described by Adams, Cammermeyer and Fitzgerald (1948) and are easily differentiated from those noted in our case by the presence of platelet thrombi, endothelial and probably adventitial hyperplasia in the walls of the involved vessels and less severe damage to the neural tissue. Thrombocytopenia is usually present both in previously recorded cases of malignant purpura and in the platelet thrombosis syndrome. Symmers (1952) 
